Both early adversity and depression are associated with heightened inflammation. However, few studies have focused on inflammatory reactivity to psychosocial stress and examined adiposity as a potential moderator. Yet, repeated heightened inflammatory reactivity over time is thought to contribute to low-grade chronic inflammation and adipose tissue is a key source of pro-inflammatory cytokines. The purpose of the present study was to examine whether early adversity and depressive symptoms were related to stress-induced inflammation and whether these associations varied by total body and abdominal adiposity as measured by body mass index (BMI) and waist circumference (WC) in a sample of late adolescents. Participants reported on their early family environment and current depressive symptoms, had their height, weight, and WC assessed for adiposity markers, and provided blood samples for IL-6 assessment before and after a standardized laboratory stress task. No main effect of early adversity on IL-6 reactivity to acute stress was observed. However, significant interactions between early adversity and BMI and WC emerged. Greater exposure to early adversity was associated with greater IL-6 responses only among adolescents with higher BMI or WC. The same pattern of findings was observed for depressive symptoms. Additionally, moderated mediation analyses indicated that among adolescents with greater adiposity, early adversity indirectly influenced IL-6 reactivity via current depressive symptoms. These findings contribute to our understanding of vulnerability factors that may amplify the associations between early adversity and depressive symptoms and inflammation during relatively early stages of life.
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Introduction
Exposure to early adversity and depression increase risk for developing a wide array of physical health problems in adulthood. These include some of the most debilitating chronic conditions, such as cardiovascular disease, diabetes, and selected cancers, as well as premature all-cause mortality (Brown et al., 2009; Cuijpers et al., 2014; Evans et al., 2005; Felitti et al., 1998; Miller et al., 2011; Norman et al., 2012; Rotella and Mannucci, 2013 ). These effects are thought to be driven in part by slowprogressing changes in physiological systems, particularly inflammatory processes. Indeed, cross-sectional studies show that proinflammatory cytokines and C-reactive protein (CRP) are elevated among depressed individuals and among those who experienced early adversity (Dowlati et al., 2010; Haapakoski et al., 2015; Howren et al., 2009; Lacey et al., 2014; Liu et al., 2012; Matthews et al., 2014; Taylor et al., 2006) . Prospective studies have similarly shown that exposure to early adversity or to clinical and subclinical levels of depression predict higher levels of subsequent inflammation (Copeland et al., 2012 (Copeland et al., , 2014 Danese et al., 2007; Deverts et al., 2010; Matthews et al., 2010; Slopen et al., 2013) .
Most studies examining the effects of early adversity or depression on inflammatory biology have focused on inflammation under tonic conditions or in response to biological challenges, such as vaccination, in vivo administration of endotoxin, and in vitro incubation with pathogens. Empirical examination of how early adversity and depression relate to inflammatory reactivity to psychosocial threat has been less common. To our knowledge, only a handful of studies to date have examined this. In these studies, early adversity, depressive symptoms, and clinical depression were http://dx.doi.org/10.1016/j.bbi.2017.06.015 0889-1591/Ó 2017 Elsevier Inc. All rights reserved.
